In whatever way induced, the essential changes from the normal in pleurisy are hypersemia with infiltration of the serous and sub-
PLEURISY AND PLEURITIC EFFUSION, BY DE A. JAMES. serous tissue, proliferation of the epithelium and of the protoplasmic connective tissue corpuscles, and effusion of inflammatory lymph, all resulting in the formation of an inflammatory false membrane on the pleural surface, and the collection of an inflammatory fluid in the pleural cavity. As this fluid increases in amount space for it is made mainly by the collapse of the corresponding lung, the inflamed pleural surfaces being thus separated. Sooner or later the inflammatory process terminates, and the effusion of inflammatory lymph ceases.
Reabsorption of the fluid then occurs, in part through the bloodvessels, and in part through the lymphatics, the numerous entrances to which in the form of stomata exist upon the costal, and possibly also upon the pulmonary and diaphragmatic pleurae. With the reabsorption of the fluid the lung expands. In favourable cases the pulmonary and parietal pleurae are soon again in close contact, the thin, or perhaps rather the thinned, layer of false membrane between them becoming organized, and serving to form more or less firm adhesions. In less favourable cases the processes of fluid absorption and lung expansion do not work together so smoothly and uninterruptedly. As the result of delay in the fluid absorption process, allowing the lung to be bound down by firm, organized bands or layers of false membrane, the absorption of fluid is not accompanied by a corresponding expansion of the lung. There results, therefore, (1), a drawing together of the surrounding parts, namely, chest-wall, mediastinum, and diaphragm; (2), a thickening and fibrosis of the pleurae and false membrane ;
and (3), with a fibrosis of corresponding portions of the lung substance itself, a traction upon it outwards so as to produce dilatations?fusiform, saccular, or irregular?of the bronchial tubes. The degree to which all these morbid processes are manifested varies within wide limits, but this does not concern us at present.
What does concern us is as to how they are explained by anatomy and physiology, and as the above epitome of the pathology of pleurisy and effusion resolves itself into three parts, namely, pleural inflammation, fluid effusion, and fluid reabsorption, it will be most convenient to consider the data which the anatomy and physiology of the lungs afford in connexion with each of these. The first point, therefore, which seems to require notice is the locality or site at which the pleuritic process is most prone to manifest itself. In the vast majority of cases of so-called idiopathic pleurisy this is in the lower and lateral region. As the patient says the pain is in his side, and it is here that the characteristic friction sound is to be heard most distinctly and loudly. Dr Affleck thought Dr James's paper required more consideration than they could give it immediately after hearing it read. He would refer to only one or two points. The position of the pleurisy was probably in the majority of cases as Dr James had said, but it was by no means always so. He accounted for this position by its greater exposure to cold and the freer movement of lung taking place there. The first of these, exposure to cold, was a cause which could not be ignored. Some constitutional condition, however, very often preceded the action of cold. It was curious to note how seldom a contiguous serous membrane, the peritoneum, was affected by cold. With regard to movement of the chest, Dr James was probably aware that relatively in women the upper part of the chest moved much more than the lower.
Had he made any observations on pleurisy in women, bearing this fact in mind ? As to the level of the effusion, his experience was that it was frequently highest posteriorly and lowest anteriorly, just the reverse of what Dr James had found. This was a matter governed probably by the exudation and adhesions which had taken place.
Dr James Ritchie agreed with Dr Affleck that the constitutional condition had much to do with the development of pleurisy, and probably after it the causes laid down by Dr James came into play, but he doubted whether the thinner covering of the lower costal parietes had any causal relation. He did not accept Dr James's explanation of slight displacement of the apex beat of the heart in cases of moderate effusion. In the experiment on the dead body described by Dr James in support of his theory, Dr Eitchie believed that the displacement of the heart is chiefly due to atmospheric pressure at the side opened, and not to the elastic traction of the opposite lung, and he believes that all effusions exert pressure in proportion to their amount. As a further proof that fluid caused no intrathoracic pressure, Dr James stated that much fluid might be present and yet fail to flow when a trocar was inserted. Dr Eitchie had never experienced this result, and he believed it could only happen if the lung were bound together by strong adhesions. He wished to know why vocal fremitus was increased when the lung began to expand. 
